T HE TENDENCY for the syndrome of essential hypertension to be familial has long been recognized.1 2 Early studies of such families suggest that the pattern of inheritance is one of a dominant character that somehow accounts for the presence of the elevated blood pressure. Some recent studies of population groups have added support to this concept. 3 4 Contrariwise, other recent investigations have led to the conclusion that blood pressure, like individual height, is determined by a series of genes. Thus, a whole spectrum of blood pressures may be expected to appear in a population, and those observed in the upper extreme of this normal distribution are arbitrarily referred to as hypertension.5 Simply stated, is the syndrome of essential hypertension a distinet genetic and bioeheimical entity or merely an extreme of normal variation ?
While the weight of evidence seems to favor the concept that hypertension is a distinct genetic enrtity, the biochemical abnormality that is brought about by this character anid that leads to elevated blood pressure has niot been suggested. A great deal of evidence is now available to indicate that the renili-angiotensin system is of fundamental importance in the causation of essential hypertension. 6' 7 When combined, these 2 general concepts imply that angiotensin is present in greater colncentration in the circulation of the hypertensive subject as a result of geue action. The reason for the appearance of elevated blood pressure relatively late in life is obscuire if it is conceived that the tendency to elaboration From 
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The blood-angiotensin mixture was infused into the donor from the same syringe, beginning exactly 15 seconds after the conclusion of the 10-minute incubation period. A constant speed infusion punip* was used for this purpose. The syringe was connected to the previously established saline infusion at a point that was out of the subject's sight. The plastic tube leading to the venous needle was covered with adhesive tape. This and other precautions made it impossible for the subject to observe the onset of the infusion of the blood-angiotensin mixture. The syringe was rotated at 1-minute intervals to prevent settling of the red cells.
Arterial blood pressure was measured by the auscultatory method. Brachial artery sounds were amplified as necessary in each subject. Generallv, the disappearance of sounds rather than the change of sounds was taken as indicative of diastolic pressure level, except when the exact point of disappearance was not clear. In any event, the same end point was used throughout each experiinent. The output of a strain gauge,+ connected to the blood pressure cuff, was displayed on an oscilloscopic screen to expand the scale of the diastolic pressure range.
All tests were performed with the subject resting in bed. The room was kept absolutely quiet, and many subjects dozed, once the experiment had begun. Although all of the subjects were told of the general plan to infuse the blood that had been withdrawn, the exact timing of the procedure was not explained. All of the details of the procedure were arranged so that the subject would not be alerted to a change of conditions.
The quantity of angiotensin II that was to be used in the experiments was selected by trial. Several concentrations were used to determine the largest amount of angiotensin II that usually would not elevate the subject's blood pressure after incubation with 30 ml. of his blood when infused at a rate of 1.92 ml. per minute. Normotensive subjects (diastolic blood pressure less thani 80 mm. Hg) who were over 40 years of age and had no family history suggestive of hypertension were used in these experiments. The blood-angiotensin mixtures that gave no rise in blood pressure were also infused at progressively faster rates. Thus, a sumall residuum of vasoactive angiotensin could be detected by a slight rise of blood pressure with very rapid infusion of the mixture.
The experiments described above led to the conclusion that 15 
Results
Tests of the ability to neutralize the vasoconstrictor activity of angiotensimi were perfornied on 94 of 100 members of the first-year elass of the Medical College of Georgia. All of the subjects were normotensive. Their average (recumbenlt) resting diastolic blood pressures ranged fronm 60 to 78 mm. Hg. The age range of the group was 21 to 32 years. The blood pressures during the control periods in 2 of the subjects were too erratic to allow the test to be completed. The plasma hemiioglobini concentration of the blood-angiotensin mixture exceeded 5 mg. per cent in 3 subjects. While it is possible that these tests are merely a reflection of differences in sensitivity to angiotensin, the failure of saline-angiotensin infusions to separate the 2 groups is against this possibility. The finding of Doyle'2 that offspring of hypertensives are more reactive to small intra-arterial injections of angiotensin than normotensives may not be a sensitivity phenomenon but may be a reflection of the difference in the rate of neutralization of angiotensin by the blood in the prehypertensive subject.
These experiments shed no light on the source of the nieutralizing mnaterial or onl the niature of this material. 
